Xanthomonas maltophilia is a Gram-negative bacillus with many similarities to Pseudomonas species.1 It is becoming increasingly recognised as a nosocomial pathogen, particularly in the immunocompromised.1 Reports of intraocular infection are rare. We report a case of post traumatic endophthalmitis caused by Xanthomonas maltophilia in an immunocompetent individual. To our knowledge, this organism has not been implicated previously as a cause of post-traumatic endophthalmitis.
Case report
A 45-year-old man attended eye casualty complaining of a foreign body sensation and reduced vision in his right eye since hammering metal earlier in the day. He had not worn protective eye goggles. On examination, visual acuity was recorded as 6/6 in the right eye and 6/4 in the left. In the right eye there was a small entry wound 1 mm posterior to the limbus nasally, and a localised cataract. Dilated fundal examination showed a quiet vitreous and a small metallic intraocular foreign body (IOFB) lying inferiorly within the vitreous cavity. The patient was commenced on topical g. cefuroxime 1% and g. gentamicin 1% hourly and reviewed the next day.
The following day, vision remained at 6/6 and ocular examination was unchanged. Surgical removal of the IOFB was planned for the next day. Over the following 24 h, the patient developed increasingly severe pain and reduced vision. The following morning, visual acuity in the right eye was hand movements (HM). The conjunctiva was chemosed and injected and the cornea was oedematous. A 2 mm hypopyon was present and there was an intense vitritis precluding any fundal view. Post-traumatic endophthalmitis was diagnosed, and the patient was taken to theatre urgently for removal of the IOFB combined with lensectomy and vitrectomy. An anterior chamber aspirate and vitreous sample were taken for urgent microscopy, culture and sensitivity, and intravitreal antibiotics (1 mg vancomycin and 0.2 mg amikacin) were administered. Microscopy of the vitreous sample revealed +++ pus cells, but no organisms were seen.
Over the following days the eye gradually became less injected. Culture of both the vitreous and the anterior chamber aspirates grew Gram-negative bacilli, later identified as Xanthomonas maltophilia. The bacteria were sensitive to co-trimoxazole, gentamicin, chloramphenicol and cefuroxime, but resistant to ciprofloxaxin. On identification of the causative organism, the patient was commenced on systemic co-trimoxazole 960 mg b.d.
Four weeks later the patient developed a giant retinal tear and underwent retinal detachment surgery including silicone oil injection and band encirclement. One year later the silicone oil was removed, but the visual acuity remained at HM.
Comment
Xanthomonas maltophilia is recognised primarily as a nosocomial pathogen, which can cause potentially life threatening infections in the immunocompromised?
Endophthalmitis due to Xanthomonas maltophilia has been described before in a patient with acquired immunodeficiency syndrome (AIDS) and transmission was through a sustained-release ganciclovir implant. 3 The only reported cases of ocular infection due to this pathogen occurring in immunocompetent individuals are a single case occurring after cataract extraction4 and a small series of 4 cases that all occurred after cataract surgery?
A feature of all these cases was the development of recurrent endophthalmitis and resistance of the pathogen to multiple antimicrobial agents. Of the 4 cases of endophthalmitis described by Chaudhry et al} all were sensitive to polymixin B, 3 were sensitive to co trimoxazole, 3 were sensitive to ciprofloxacin and all were resistant to imipenem and gentamicin. This is in contrast to our patient, who demonstrated resistance only to ciprofloxacin. This illustrates the wide variety of antimicrobial resistance exhibited by Xanthomonas maltophilia. Resistance is thought to be due to the production of j3-lactamases and low permeability of the organism to antimicrobial agents, including quinolone antibiotics.s However, the organism is usually sensitive to third-generation cephalosporins.l An important aspect of this case was the delay in the removal of the IOFB. Removal of retained IOFBs and administration of prophylactic intravitreal antibiotics within 24 h of the injury reduces the risk of endophthalmitis and also the risk of proliferative vitreoretinopathy.6,7 Once post-traumatic endophthalmitis develops, over half of patients lose all useful vision despite treatment.s Although the final visual outcome of this case was poor, the post-operative period was complicated by the development of a giant retinal tear, requiring further surgery. The series of post-operative endophthalmitis cases described by Chaudhry et al? had a generally favourable visual outcome.
In conclusion, we describe the first case of post traumatic endophthalmitis caused by Xanthomonas maltophilia. Infection with this organism must be suspected and recognised early, as the clinical course can often be turbulent, and the organism exhibits resistance to multiple antimicrobial agents.
Sir,
Multiple myeloma presenting with optic nerve compression Neurological complications occur in up to 40% of patients with multiple myeloma as sequelae of hypercalcaemia, hyperviscosity state or nerve compression.1-5 Significant ocular findings appear during the course of the disease and include pars plana cysts, retinal microaneurysms or haemorrhages, orbital plasmacytomas and ocular motor palsies.1-5 We describe a man presenting with unilateral visual loss initially mistaken for retrobulbar neuritis. A large intracranial plasmacytoma was found compressing the optic nerve at the optic foramen.
Case report
A 63-year-old man had an acute onset of painless visual loss in the right eye a few days after an upper respiratory tract infection. Two ophthalmologists diagnosed retrobulbar neuritis: best corrected visual acuity of 6/24 in the right eye, intraocular pressures of 15 mmHg bilaterally, decreased right colour perception, prominent disc cupping bilaterally, and large central defects by automated perimetry in the right eye. Two weeks later the patient complained of further visual loss associated with headache and malaise. His internist requested a brain MRI scan. Imaging revealed multiple enhancing bony lesions involving the apex of the right orbit (Fig. 1) , the clivus, the base of the skull medial to the mastoid air cells, and the lateral aspect of the right sphenoid wing. There was no increased uptake at the apex of the right orbit or in the skull by bone scan. Brain CT scan showed multiple lytic lesions in the clivus, sphenoid wing, base of the skull and roof of the left orbit, with destruction of the right orbital apex. Bone marrow aspirate confirmed the radiological diagnosis of multiple myeloma. The patient was rehydrated intravenously, treated with intravenous steroids and chemotherapy (adriamycin and vincristine). Best corrected visual acuity was counting fingers at 3 m in the right eye and 6/6 in the left eye. Afferent pupillary defect could not be elicited because of severe pupillary miosis. Colour vision was depressed in the right eye. Funduscopy failed to reveal pars plana cysts by indentation. Cup-discs ratios were 0.8 in the right eye and 0.7 in the left eye. Intraocular pressure reached a peak of 21 mmHg in the right eye and 19 mmHg in the left eye at 0600 hours. After cycloplegia, intraocular pressures were 23 mmHg in the right eye and 20 mmHg in the left eye. Visual fields of the left eye revealed centrally depressed islands. 
